A computerised tomographic (CT) scan of the chest showed new right middle lobe opacity, consistent with inflammation or an infectious process. A 12 lead electrocardiogram (ECG) showed a small Q wave in lead 111 and AVF. Peak troponin I level was 3.5 ng/ml (normal value = 0.00 to 0.03 ng/ml, with a cut off value of 0.5ng/ml for diagnosis of MI). A 2D echocardiogram showed normal left and right ventricular systolic function with no regional wall motion abnormalities and a CT brain did not reveal any pathology. Review of previous CT chest showed coronary artery calcification. Patient was treated with aspirin, beta-blockers and statin. In view of coronary calcification, elevated troponin and previous chest radiation, he underwent an emergent coronary angiogram which showed a significant lesion with thrombus in his left anterior descending (LAD) artery for which he underwent percutaneous coronary angioplasty and stenting. (Figure 1 and 2) . Patient was not exactly sure as to when his headache completely resolved; however, he recalls waking up after the coronary intervention with full resolution of his headache. Since his coronary intervention he has had no further headache.
However after 3-4 months patient had episodes of chest heaviness, sometimes with exertion and occasionally with rest. In March 2012, he underwent coronary angiogram in his hometown, which showed diffuse disease in the area or previous LAD stent and first diagonal, for which he underwent coronary artery bypass grafting (left internal mammary artery to LAD and saphenous vein graft to first diagonal). He has remained well since than with no angina or headache. 
DISCUSSION
According to the International classification of headache 2004, the diagnostic criteria for cardiac cephalgia includes: Headache, aggravated by exertion, accompanied by nausea & associated with myocardial ischemia and resolution with effective therapy for myocardial ischemia (7) . Review of previous cases, as listed in Table 1 indicates that not all patients with cardiac cephalgia have exertional headache and it may be induced at rest. Exertional headache, in appropriate clinical setting may alert physicians to consider myocardial ischemia.
Cardiac cephalgia has no specific clinical features. It may be unilateral or bilateral, localised or radiated, present in different sites and may or may not be associated with chest pain. In reported cases ( Table 1 ) (8-18) , all patients had at least one cardio vascular risk factor and there was complete resolution with treatment of coronary ischemia (either pharmacological or interventional) with no recurrence of headache, except in cases of reocclusion. Migrainous headache would give similar clinical scenario. So it is difficult to assume whether an ischemic cardiac pain is the cause of such a headache or cardiac event had precipitated an attack of migraine. Our patient presented with low grade fever due to pneumonitis and fever can also precipitate migrainous headache in susceptible individual.
The mechanism behind cardiac cephalgia is still unclear. However a number of theories are thought to contribute to this rare presentation. The first theory is based on the belief that any afferent pathway conveying visceral pain from the heart must converge on cells in central nervous system that receive information from varied somatic regions (19, 20, 21) . A study of cardiac afferents showed that angina pain is mediated by sympathetic fibres in 50-60% of cases, by vagal fibres in 10-20% and through both of them in 30-40% of cases (19) . According to this we can give possible explanation for different anginal pain (19) .
Typical pain is mediated by cardiac autonomic afferents from dorsal roots of T1-T5 which converge with somatic inputs from chest and left arm in posterior horns of spinal cord or in thalamus (20, 21) . Occipital headache, pain in neck and jaw area is thought to be mediated by convergence of cardiac afferents mainly vagal with somatic afferents from C1-C3 in upper spinothalamic tract (20, 21) . The spinal nucleus of trigeminal has extension right down to C2 which is responsible for neck pain and migraine. The trigemino-vascular system through the trigeminal nucleus caudalis may as well receive innervations from cardiac afferents. The trigeminal nerve, distributes pain sensations to nasal mucosa, oral cavities, nasal cavities facial skin and portions of dura matter ( 22) . Coronary ischemia may present as headache through the convergence of vagal afferents from heart with trigeminal neuron in the spinal trigeminal nucleus (20, 21, 23) . Rarity of this manifestation might be attributed to small percentage of cases regulated by vagal fibres only (10-20%). The trigemino-vascular system through the trigeminal nucleus caudalis may as well receive innervations from cardiac afferents. The trigeminal nerve, distributes pain sensations to nasal mucosa, oral cavities, nasal cavities facial skin and portions of dura matter (22) . Coronary ischemia may present as headache through the convergence of vagal afferents from heart with trigeminal neuron in the spinal trigeminal nucleus (20, 21, 23) . Rarity of this manifestation might be attributed to small percentage of cases regulated by vagal fibres only (10-20%). Finally the third theory attributes the headache to the pro inflammatory mediators released during ischemic process (bradykinin, serotonin, histamine, adenosine) causing cerebral vasodilatation (19, 20) . This theory is not completely understood as headache in these patients is resolved with nitrates which are supposed to cause headache and not relieve it. Figure 2 illustrates the pathways of referred pain for coronary ischemia
CONCLUSION
Headache as main manifestation of acute myocardial infarction is a rare but a well recognised entity. In patients with cardiovascular risk factor and no previous history of migraine or headache, and in whom other causes for headache has been excluded, a possibility of a coronary event must be considered. A high degree of clinical suspicion is needed to diagnose this condition, which can be fatal if left untreated. Initial ECG may be normal; hence serial ECG's are helpful in arriving at a correct diagnosis (14) .
Figure 2: Diagram illustrating pathways of referred pain for coronary ischemia. NTS: nucleus tractus solitary (the nucleus of the solitary tract).

